way. The study revealed a requirement for Pax6 in cell-cycle exit and differentiation into lens fiber cells as well as for cell survival. 
Yet, the regulatory networks underlying these processes have been only partially elucidated. Defects in these processes lead to phenotypes ranging from complete aplasia to hypoplasia and constitute some of the most common causes of renal failure in humans. We show here that embryos lacking vHNF1, a transcrip- During heart formation, Prdm1 is expressed in the second heart field (SHF) that will contribute to the outflow tract (OFT) formation. In this context, Prdm1 is also expressed in the adjacent endoderm where it is required to support the growth of the mesenchymal cells of the branchial arches 2-6. As a result, Prdm1
mutant embryos display heart septation defects. In order to analyse a cell-autonomous function in the SHF, we carried out a conditional deletion of Prdm1 using two Cre lines: MesP1Cre (early cardiac mesoderm) and Mef2cCre (anterior heart field). Mesp1Cre conditional mutants die at birth and display defects in structures of the distal OFT, derived from the SHF: uneven semilunar valves, misalignment of the great arteries and aortic arch defects. 
